A 68-year-old man was admitted to the hospital because of loss of appetite, easy fatigability, and skin pigmentation.
Worldwide, adrenal tuberculosis is the second most common cause of Addison's disease (Nerup, 1974) . However, in Japan, it is still the most common (Kato, 1980) . Several papers have been published dealing with the computed tomography (CT) of the adrenal gland, but none of them has defined the CT findings of Addison's disease with tuberculous epididymitis or adrenal tuberculosis (Karstaedt et al., 1978 ; Korobkin et al., 1979 ; Florijn et al., 1980) .
We present a case of Addison's disease with tuberculous epididymitis, which showed a marked enlargement of the adrenal glands on CT examination. 
Discussion
Addison's disease results from the destruction of more than 90 % of the adrenal cortex. To our knowledge, there have been few case reports of Addison's disease with genital tuberculosis (Ibayashi et al., 1978) or tuberculous epididymitis (Aita et al., 1976) . In our case, the style of the spread of the tuberculous infection is uncertain. This patient, however, appears to have had hematogenous spread of tuberculous infection from the lungs to the urogenital organs, because the chest X-ray film upon admission revealed a pulmonary tuberculosis scar on the left apex.
The etiologies of Addison's disease which may accompany bilateral adrenal masses are mostly from a metastatic disease, amyloidosis, or a granulomatous disease such as tuberculosis (Nerup, 1974) . Although the destruction of the adrenal cortex by a metastatic tumor can cause Addison's disease, in our case, neither primary nor metastatic lesions were detected by extensive examination, and the demonstration of no growth in mass size six months later is contrary to the diagnosis of a neoplastic disease. The possibility of adrenal amyloidosis might be excluded as there was no change suggestive of systemic deposition of amyloid. Although, in this case, neither laparotomy nor adrenal scintigraphy was performed, all clinical findings and the course indicated that adrenal tuberculosis was the most likely cause of Addison's disease. It may be that the slight change in the size of the adrenal gland after six months of chemotherapy was due to the casseous tissue formation in the adrenal gland, but this is not certain .
In our case, the plasma ACTH level remained high even when the dose of hydrocortisone was 30 mg a day. Khalid et al . reported that neither hydrocortisone (20 mg in the morning and 10 mg in the evening) nor cortisone acetate gave adequate inhibition of ACTH secretion at 8 a.m. and that ACTH with dexamethasone treatment was better sustained throughout the 24 hr period (Khalid et al., 1982) . These data support our observation that the plasma ACTH level (7-9 a.m.) remained high.
As far as we know, there has been no report showing the CT picture of adrenal tuberculosis or Addison's disease with tuberculous epididymitis (Karstaedt et al., 1978 ; Korobkin et al., 1979 ; Florijn et al., 1980) probably for two reasons. First, the frequency of Addison's disease with tuberculosis has decreased in recent years (Nerup , 1974 ; Kato et al., 1980) . Second , CT body scanning is a new technique that has only recently been introduced to clinical practice .
In our case, the CT findings for the adrenal glands are summarized as follows : 1) The masses were large, well defined , homogenous, low density, and non-enhancing. The attenuation number was 22.8 Hn units (liver 72.5, kidney 36.5 , gall bladder 9.7). The shape of the masses was different from that of normal adrenals. The normal right adrenal gland is serpiginous and the left triangular in shape (Havrilla and MacIntyre, 1978 
